Understandably, the research focus has been on the For many of the disorders that encompass mental illdeveloping cerebral cortex, as well as the structures ness or cognitive impairments, in which a complex with which it interconnects to mediate complex inforpathophysiology is reflected in microscopic and quantimation processing and emotional regulation. Whereas tative, rather than macroscopic and qualitative, differall of the minireviews in this issue focus on our current ences in brain development, we expect that an interacunderstanding of specific histogenic features of
and (3) environmental perturbations that are known from epidemiological studies to increase disease risk. 2002b). Genetic vulnerability thus might establish disrupted dendritic growth regulation, which may then be Thus, we now have the necessary tools to define, far more precisely, the interaction of activity-independent exacerbated by abnormal, Ca 2+ -dependent activity patterns that influence the ultimate extent of dendritic and -dependent variables that would lead to a disorder such as schizophrenia. growth, branching, and spine formation (Dijkhuizen and Ghosh, 2005). I am suggesting that examination of how Finding Translation Clinical heterogeneity is often overlooked as an impora genetic disruption, which causes selective dendritic overgrowth, combines with an environmental perturbatant feature that links basic and clinical studies on neurodevelopmental disorders. While there may not be an tion, such as early infection (Shi et al., 2003) , to produce altered circuitry, can provide as much or more insight absolute continuum, there is no doubt that disease heterogeneity, in terms of cause and effect, exists. as studying an animal model exhibiting the characteristic overgrowth features reported in children with Moreover, endophenotypes, those marker traits of a disorder that may be expressed by nonaffected family autism.
